In June. 1983. a two-month-old Appaloosa filly in Arizona was examined because of respiratory distress. The foal was lethargic. febrile (40. I "C). had bilateral nasal discharge, and lung sounds indicative of bronchopneumonia. Bacteriologic culture of the nasopharynx revealed E.vclicvYchiu coli. The foal was treated with various antibiotics. expectorants. anti-inflammatory agents. and humidified oxygen. Analysis of blood samples revealed undetectable quantities of immunoglobulin M and an immunoglobulin G concentration of 640 mg/dl. Leukogram data on three different days were 4.700 leukocytes with 940 lymphocytes/pl: 3.900 leukocytes with 234 lymphocytes/pl: and 6.100 leukocytes with 437 lymphocytes/pl.
Following death of the foal at three months of age. examination of tissues revealed focal accumulations of neutrophils. macrophages, and necrotic cells within alveoli and bronchioles. The spleen was nearly devoid of lymphocytes. There was absence of lymphoid follicles. and the connective tissue stromal framework for lymphoid follicles was not identifiable supporting stroma at expected sites of lymphoid follicles. the foal's pedigree was analyzed to determine if Arabian horses were present. Five generations of the dam's and sire's pedigree were traced. No identifiable Arabian horses were found in the sire's pedigree, however, an Arabian stallion was present in the fifth generation of the dam's pedigree.
Suficient data were obtained to establish a diagnosis of combined immunodeficiency in an Appaloosa foal-the first time the diagnosis has been reported in a breed other than Arabian. However, the data were not suficient to determine precisely how the disease occurred in this foal. At least two possibilities exist. The foal may have an unidentified Arabian ancestor on the sire's side of the pedigree. If this horse, and the Arabian stallion in the fifth generation of the dam's pedigree were both heterozygous for the combined immunodeficiency trait, then the combined immunodeficiency gene could have been transmitted through several generations of Appaloosa horses until doubly expressed in the foal of this report. Alternatively, the immune deficiency in this foal may have resulted from a combined immunodeficiency mutation occumng in Appaloosa horses. Regardless of the mechanism of inheritance. this case demonstrates the importance of performing the necessary diagnostic procedures for combined immunodeficiency when lymphopenic foals with infections are encountered. It also shows that combined immunodeficiency may occur in foals in which both the dam and sire are classified as Appaloosa horses. 
